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Abstract: Objective: To explore the mechanism of salidroside on non-alcoholic fatty liver disease based on liver fat 
synthesis and oxidation. Methods: Non-alcoholic fatty liver disease model was induced by high-fat diet for 14 weeks. From 
the ninth week, the rats were randomly divided into model group, salidroside group and rosiglitazone group, and were given a 
gavage for six weeks. The observing items including: pathological changes of liver tissue (HE staining); changes of contents of 
triglycerides (TG) and free fatty acid (FFA) in liver tissue; changes of contents of acetyl-Coacarboxylase (ACCase), malonyl 
CoA, fatty acid synthase(FAS) and carnitine palmitoyl transterase-1(CPT-1); changes of mRNA levels of ACCase and CPT-1 
in liver tissue. Results: Hepatocellular steatosis and vacuolar degeneration were observed in the liver tissue of the model group.
The contents of TG, FFA, ACCase, Malonyl CoA, FAS and mRNA level of ACCase in model group were significantly higher 
than those of the normal group (P<0.01). The content and mRNA level of CPT-1 were significantly lower than those of normal 
group (P<0.01). Hepatic pathological changes in salidroside group were significantly reduced. The contents of TG, FFA, ACCase, 
Malonyl CoA, FAS and mRNA level of ACCase were significantly lower than those of model group (P<0.01). The content and 
mRNA level of CPT-1 were significantly higher than those of model group (P<0.01). Conclusion: Salidroside can inhibit liver 
fat synthesis and promote the oxidation of fatty acid, which may be an important mechanism of salidroside for prevention and 
treatment of non-alcoholic fatty liver disease.
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CPT-1 上游：CTT CCC CTT ACT GGT TCC
下游：ACT CTC CCG CTG TTG TCC
ACCase 上游：TTT GTG ATG ACT TTG AGG GA















































F0 F1 F2 F3 F4
正常组 8 0 0 0 0
模型组** 0 0 0 5 3
红景天苷组△ 0 1 4 3 0
罗格列酮组△ 0 0 3 4 1









正常组 22.03±4.38  139.40±13.69
模型组 139.48±25.02** 668.77±69.47**
红景天苷组 88.43±16.04△△  438.27±29.93△△










正常组 1 080.59±96.68 57.56±3.18
模型组 2 203.98±194.12** 137.09±16.78**
红景天苷组 1 550.53±100.19△△  98.15±16.00△△
罗格列酮组 2 023.14±265.66▲▲ 111.54±9.95△△▲
注：与正常组比较，**P< 0.01；与模型组比较，△P< 0.05，
△△P<0.01；与红景天苷组比较，▲P<0.05，▲▲P<0.01。下表同。






表5 各组大鼠肝组织Malonyl CoA及CPT-1含量比较 
（x-±s，n=8，U/g）
组别 Malonyl CoA CPT-1
正常组 23.96±7.39 783.53±84.53
模型组 66.04±11.08** 388.11±51.58**
红景天苷组 41.84±9.66△△   581.08±80.45△△
罗格列酮组 67.18±14.79  625.12±47.79△△





红景天苷组 1.79±0.22△△   0.83±0.13△△
罗格列酮组 1.89±0.26△ 0.71±0.15△
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